Sirolimus upregulates aP2 expression in human monocytes and macrophages.
Rapamycin (Sirolimus) is a potent immunosuppressive drug that reduces renal transplant rejection. Hyperlipidemia is a significant side effect of rapamycin treatment, and frequently leads to cardiovascular disease. Adipocyte fatty acid binding protein (aP2) is a member of the cytoplasmic fatty acid binding protein (FABP) family. aP2 has been shown to affect insulin sensitivity, lipid metabolism, lipolysis, and has recently been shown to play an important role in atherosclerosis. We found that aP2 messenger RNA (mRNA) was increased in human THP-1 cells after rapamycin treatment. Exposure of human differentiated THP-1 cells to rapamycin led to a time- and dose-dependent induction of aP2 mRNA expression. While aP2 expression was undetectable in undifferentiated THP-1 cells, aP2 was induced in these cells by rapamycin. These data suggest that rapamycin-induced aP2 may play a role in increased triglyceride accumulation.